Haemolytic uraemic syndrome (HUS) is characterised by a triad of haemolytic anaemia, thrombocytopenia, and acute renal failure. The incidence is between 1-2 cases per 1 00 000 children under the age of 16 years,2 3 with the majority of affected children being under the age of 5 years. central venous catheter was displaced into the wall of the right ventricle. Histological examination of the myocardium, including serial sections taken from the region of the conducting tissues, showed an inflammatory cell infiltration mainly of monocytes and lymphocytes, but with occasional eosinophils and myeloid cells (figure). In the absence of frozen tissue a full profile of lymphocyte subsets was not possible. The majority of the lymphocytes carried T cell antigens, the remainders were negative for both T and B cell markers. Myocytolysis was also detectable. No positive labelling for coxsackievirus was seen by in situ hybridisation using a digoxygenin labelled coxsackie B2 derived probe.
Discussion
Sudden death is a rare complication during the acute phase of HUS, but when it occurs, it is usually due to metabolic disturbances such as hyperkalaemia or congestive cardiac failure secondary to hypertension or fluid overload. Unexplained sudden death during the acute phase of HUS is also a rare recognised complication.14 Clinical evidence of myocarditis in association with HUS has been reported in the past, secondary to coxsackie B virus infection,15 in two children, but that was long before the association between HUS and E coli 01 57:H7 was established. Dilated cardiomyopathy,13 possibly as a result of myocarditis, has also been reported in two other children secondary to HUS several weeks after the onset of the disease.
In our patient the two episodes of collapse are clinically suggestive of acute cardiac rhythm disorder especially in the absence of any significant metabolic disturbance involving serum electrolytes and the absence of any evidence of heart failure or hypoxia to account for the sudden deterioration. The presentation with bradycardia, hypotension, and ventricular arrhythmia in the second episode are consistent with the postmortem histological findings of myocarditis manifested by active nonspecific inflammatory process within the myocardium and in close proximity to the conducting system.
The catheter displacement is believed to have occurred during the second episode of collapse due to active cardiopulmonary resuscitation, as chest radiography after the first episode of collapse showed no change in the position of the tip of the central venous catheter from the time of insertion and also it continued to be in good working order throughout haemodialysis and resuscitation. The displaced catheter did not cause the inflammatory process in the myocardium which was present in both cardiac chambers and probably of several days duration.
In view of the histological evidence of myocarditis and in the absence of evidence of another infective cause of the cardiac inflammatory process, we conclude that myocarditis occurred secondary to HUS due to E coli 0157:H7. The mode of death was an arrhythmia triggered by the inflammatory process. Although the association between HUS and myocarditis has been suspected in the past, this is the first report to provide the histological evidence.
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